Renal papillary necrosis is usually bilateral, and the most frequent clinical associations are chronic pyelonephritis, diabetes mellitus and long-term use of analgesics, especially phenacetin.
CASE HISTORY
A woman aged 45 was investigated for left ureteric colic and frank haematuria. Intravenous urography (IVU) showed a ®lling defect in the left renal pelvis and lower and mid calyces ( Figure 1a ), and on retrograde pyelography the pelvicalyceal system was distended, with ®lling defects as seen on IVU. Cytological examination of urine from that side showed no malignant cells. A mid-stream urine specimen grew coliforms. A computed tomographic (CT) scan revealed an area of high attenuation in the lower pole suggestive of haemorrhage within a non-enhancing mass ( Figure 1b ). The appearances suggested a primary renal tumour. Frank haematuria continued with falling haemoglobin; therefore radical nephrectomy was performed.
On slicing of the resected kidney, a 2.5 cm diameter rounded haemorrhagic lesion was identi®ed in the medulla and inner cortex of the lower pole, with a 0.4 cm rim of cortex between the lesion and the renal capsule ( Figure 2 ). The lesion appeared to communicate with the nearby calyx. The pelvis and the upper ureter seemed ®lled with clots. No tumour was identi®ed in the pelvis or ureter. On microscopic examination this lesion showed papillary necrosis without features of analgesic nephropathy or diabetic nephropathy. All other papillae appeared normal. On further sectioning, areas with cystic endothelial lined spaces were identi®ed, consistent with a pericalyceal venous haemangioma. bilateral involvement. Histological damage to the renal papilla adjacent to the vascular abnormality was noted in 4. What is the mechanism? According to one hypothesis, pressure from an expanding haemangioma or thrombosis/ haemorrhage within the haemangioma occludes the blood supply to the renal papillary tip leading to necrosis. Symptomatic haemangiomas are pericalyceal or intrapapillary. Multicentric or diffuse haemangiomas have been reported, their incidence varying from 6% to 13% 2 . Bilateral haemangiomas are very rare but must be considered. Selective angiography is suggested as the investigation of choice, supplemented by magni®cation angiography and pharmaco-angiography 3 . However, in a reported series 4 , preoperative diagnosis was made in only half the histologically con®rmed lesions, possibly because of their small size, although even large ones may not opacify.
With hindsight, could nephrectomy have been avoided in our patient? The answer we feel is no, because continuing haematuria was producing a substantial fall in haemoglobin. The radiological appearances were dubious but did not suggest benign disease at any stage. The lesion was juxtamedullary and not cortical; therefore, although the size was 53 cm, conservative resection was not feasible. To our knowledge there is no means of differentiating a benign lesion as small as this from a tumour and so radical nephrectomy seems to have been the treatment of choice. If recurrent haematuria had been found arising from the contralateral kidney, selective angiography and nephron sparing surgery/therapeutic embolization might have been the only possible options in such case. Angiography is still valuable as a complementary investigation to CT scan in such circumstances.
